fered from progressive dyspnea and orthopnea. The patient exhibited right heart failure with pulmonary arterial hypertension. Death occurred at the age of 21/2 years. Postmortem examination disclosed atresia of the vein from the lower lobe and stenosis of the vein from the left upper lobe; the right pulmonary veins were normal. Arteriolar sclerosis was restricted to the left lung.
Bilateral obstruction was reported by Reye2 in the case of an 8-year-old girl, who was thought to have had congenital heart disease and who terminally developed right heart failure. She had stenosis of the veins from the left upper and lower and the right lower lobes. The vein from the right upper lobe was atretic.
The only comparable cases encountered in a review of the literature were those reported by Aust,3 Romberg,3 Posselt,4 and Hart5 as " primary" pulmonary arteriosclerosis. In these 4 cases in young adults, pulmonary arteriosclerosis was associated with diminution in caliber of the pulmonary veins and hypoplasia of the left side of the heart. Both Posselt and Hart thought that the venous abnormality was congenital, and Posselt attributed it to a form of fetal endocarditis. The onset of the disease in adult life would lead us to suspect, however, that the hypoplasia of the left ventricle and aorta and possibly the apparent constriction of the pulmonary veins 
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were only relative to marked hypertrophy and dilatation of the right ventricle and dilatation of the pulmonary artery.
In the case reported below, marked constriction of all the pulmonary veins appeared to be the primary factor in the development of severe pulmonary arterial hypertension. The alterations in arterioles and small arteries are generally compounded of medial hypertrophy and intimal fibrosis or proliferation. The former may reasonably be attributed to increased vascular tension, and although the problem of persistence of fetal vascular structure need not concern us here there seems to be ample evidence for muscularization of arterioles and medial hypertrophy in response to obstruction of the pulmonary venous floW. 15' 23, 24 Intimal fibrosis in the smaller vessels has also been regarded as a consequence of pulmonary hypertension.15' 24 In the case reported herein, the intimal thickening is irregular and seems to have arisen at least in part from thrombosis and recanalization of the smaller vessels. The presence of such widespread thrombosis is regarded as a direct complication of hypertension and vascular sclerosis, possibly mediated by an arteritis, rather than as an embolic phenomenon.
The development of arteritis in this case must be regarded as the consequence of hypertension. Inflammatory lesions occurred independently of thrombi, although they may have preceded them. In several areas there appeared to be a healing or healed arteritis, but "fibrinoid" necrosis of the very small vessels was not seen.
The venous thrombi present an unusual complication that is not easily explained. Previously described instances of pulmonary venous thrombosis in association with pulmonary thrombophlebitis25 and primary vascular sclerosis,26 or as an anatomic finding in infants dying unexpectedly27 offer little to the understanding of this case. In the case reported by Schonlebe28 of a 4-month-old child with endocardial sclerosis and pulmonary venous thrombosis there were also transposition of the great vessels, pulmonic stenosis, and an interventricular septal defect. It is possible that the venous thrombosis in our case may have been enhanced by stasis due to obstruction at both ends-arterial thrombosis and venous stenosis-but there is no direct evidence to support this view. The alternate supposition that venous thrombosis led to phlebosclerosis and constriction does not make the case any more plausible or less unique. In the case of a young child who developed diffuse interstitial fibrosis of the lungs during infancy, reported by Diamond29 as a case of Hamman-Rich syndrome, there were extreme constriction of the pulmonary artery and vein and severe arteriolar sclerosis in one lung. Complete constriction of the pulmonary vein was present at its junction with the left atrium, and because of the inflammatory process in the lungs and the hilar adventitial tissue the abnormality of the vessels was attributed to inflammation and scarring rather than to a congenital malformation. More than a slight degree of pulmonary inflammation was not seen in our case and significant scarring in the hilar structures was limited to the stump of the right upper lobe vein.
More satisfactory is the view that the venous stenosis, uncommon as it might be, was the primary factor in the development of pulmonary hypertension and vascular disease.
The 2 cases cited above" 2 combined stenosis and atresia, indicating that the abnormality was a congenital malformation. Despite the age of the patient and the relatively late onset of symptoms in our case, the abnormality might still be regarded as congenital. The clinical course suggests that it may have been progressive, and possibly it bore some relationship to the endocardial sclerosis of the left atrium and to the intimal changes in the branches of the coronary arteries. However, as commonly as we see involvement of the left atrial endocardium in both primary and secondary endocardial sclerosis we have not seen it associated with pulmonary venous stenosis in either reported30 or observed cases. Indirect evidence in support of venous obstruction was the early development of extensive collateral circulation. Hemoptysis, the initial complaint, appears to have been due to bleeding from bronchial mucosal varices, a condition similar to that seen in acquired mitral stenosis.3' At the time of the pulmonary resection there were abnormally dilated, pulsating azygos veins. Arterial and venous thrombosis was seen in the resected portion of lung, but the initial cause of venous obstruction could not be determined. In a study of the effects of stress on serum cholesterol levels, the serum cholesterol, total circulating eosinophils, body weight, blood pressure, and heart rate were measured at 3 different periods that were associated with varying degrees of stress. The first set of data was collected 3 weeks after starting the first year course in anatomy, the second set at the time of the final examination period in anatomy which was felt to be the period of maximal stress, and the final set of data was collected at a varying interval after the anatomy examination period at the convenience of the subject. Subjects were 52 male first-year medical students. The highest mean cholesterol value was found to occur at the time of the anatomy examination. It was 225.7 mg./100 ml. It was significantly greater than the value of 204.7 mg./100 ml. found at the examination made at random with presumably little stress. The mean cholesterol level of 224.4 mg./100 ml. found 3 weeks after starting medical school was not significantly lower than the value at the time of the anatomy examination. The mean eosinophil count at the time anatomy examination was 97 par cm.3 while at the time of the third or random examination the mean was 129 per cm.,3 which was thought to be a significant difference. The measurements of pulse rate and systolic and diastolic blood pressures showed a significant difference only in the measurement of the diastolic blood pressure, which was highest at the time of the anatomy examination, next highest at the time of the initial examination, and lowest at the time of the random examination. Variations in body weight were effectively excluded as a cause for variation in cholesterol levels. MAXWELL
